A 63-year-old Hispanic woman with prior systemic hypertension was well until 39 days before death when she fainted in her kitchen and was hospitalized. An electrocardiogram and telemetry monitoring disclosed sinus bradycardia (50 beats per minute) with first-degree atrioventricular block, left bundle branch block, frequent atrial and ventricular premature complexes, and sinus pauses up to 8 seconds. An echocardiogram showed mitral regurgitation (2+/4+) and an ejection fraction of 60%. An angiogram disclosed normal coronary arteries. e left ventricular and aortic pressures were normal. During her 3 days in the hospital, she had recurrent sinus pauses with associated syncope, and a permanent atrioventricular sequential pacemaker was implanted.
The heart in the patient described. At necropsy, the heart weighed 470 grams. e quantity of subepicardial adipose tissue was increased. e coronary arteries were widely patent with no identifiable plaques. All 4 cardiac chambers were dilated (Figure) . e 4 valves were anatomically normal. Multiple myocardial lesions were present grossly in the left ventricular wall and ventricular septum, and histologically numerous foci of lymphocytic infiltrates were present with associated myocardial cell necrosis and foci of replacement fibrosis (Figure) .
• • • is patient had a clinical course of about 40 days, and it was characterized initially by syncope, presumably the result of prolonged sinus pauses without electrocardiographic evidence of myocardial damage. Her final 20 days were characterized by progressive and finally fatal heart failure. Cardiac studies during her final days disclosed angiographically normal coronary arteries but generalized inadequate cardiac function. is short clinical course suggests, of course, an acute myocarditis that would be characterized by the presence of numerous polymorphonuclear leukocytes in the myocardial walls. What was observed histologically, however, was the presence of numerous lymphocytes in the ventricular walls and associated microventricular scars compatible with her 40-day course. No polymorphonuclear leukocytes were seen in the myocardial walls.
Such cases appear unusual. One of us (WCR) has previously studied at necropsy 14 patients who had died suddenly out of the hospital from lymphocytic myocarditis without evidence of congestive heart failure (1, 2), and others have described similar cases (3) (4) (5) (6) (7) (8) (9) . e present case of lymphocytic myocarditis with clinical evidence of heart failure is the first seen by one of us (WCR). A search of previous publications disclosed only 9 previously reported patients with fatal heart failure from lymphocytic myocarditis (Table) (10) (11) (12) (13) . Why patients with lymphocytic myocarditis appear to present more frequently with sudden arrhythmia-either fatal or nonfatal-than with heart failure is unclear. Such, however, is the uniqueness of the patient described here. 
